Two patients with meningoradiculitis associated with HIV presented with symptoms and signs of intracranial hypertension. In the patients described, the raised intracranial pressure resolved after lumbar puncture. After exclusion of opportunistic infection, such patients may be managed with therapeutic lumbar puncture alone. 
Patient 1
A 41 year old African woman presented with a nine month history of headache and one week of visual obscurations and tinnitus. She had lost 17 kg in weight in the preceding year, but there were no other systemic symptoms, and she was not on any medication. She had visual acuities of 6/5 bilaterally with normal colour vision. Perimetry showed symmetric enlargement of the blind spots and, on fundoscopy, bilateral chronic papilloedema was seen. Neurological and general examinations were otherwise normal.
Brain MRI and magnetic resonance angiography (MRA) were normal. At lumbar puncture, CSF pressure was raised at 38-5 cm water with a protein concentration of 0-77 g/l and 27 white cells/mm3 (97% lymphocytes).
Glucose concentration in CSF was 3-2 mmol/l (blood glucose found, and fundoscopy disclosed bilateral acute papilloedema with peripapillary haemorrhages, cotton wool spots, and retinal folds. There was bilateral lateral rectus weakness and lower motor neuron facial weakness. Tone and power were normal in the upper limbs, but there was grade 4 weakness of hip flexion, knee flexion, ankle dorsiflexion, and ankle plantarflexion bilaterally. Upper limb reflexes were normal, but the knee and ankle tendon reflexes were absent. Both plantar responses were flexor. Sensation and coordination were normal. There was cervical lymphadenopathy, but general examination was otherwise normal.
Brain MRI and MRA were normal. Spinal MRI showed faint enhancement of the lumbar nerve roots after gadolinium but no other abnormality. Lumbar puncture disclosed a CSF pressure of 39 cm water with a protein concentration of 1-3 g/l and 42 white cells/mm3 (100% lymphocytes). Oligoclonal bands were present in both CSF and serum. Glucose in CSF was 3-0 mmol/l (blood glucose 4-6 mmol/l). Culture for bacteria, fungi, and acid fast bacilli was negative. Cryptococcal antigen was not detected in CSF. Nerve conduction studies and EMG were normal. Antibodies to HIV-1 were present in serum. Angiotensin converting enzyme was slightly raised in serum at 56 IU/I (normal < 53 IU/ml), but was normal in CSF. Chest radiography was normal. There was no evidence of granuloma formation or lymphoma on cervical lymph node biopsy or bone marrow biopsy, and culture of both specimens for acid fast bacilli was negative. Full blood count was normal, and the CD4 count was 780 x 106/1. Erythrocyte sedimentation rate was 37 mm/h, and there was a polyclonal increase in y-globulins. Toxoplasma and CMV IgG antibodies (IgM negative) were detected in serum but not CSF; HTLV,, syphilis, and borrelia serology were negative. Routine biochemistry and autoantibody screen were normal.
While awaiting the results of tuberculosis cultures, empirical treatment with rifampicin, isoniazid, pyrazinamide, and ethambutol was started. Subsequently prednisolone (60 mg/day) was started. The headache, lateral rectus palsies, and facial weakness rapidly resolved after the first lumbar puncture. A lumbar puncture performed one week after presentation disclosed a CSF pressure of 15 cm water with a protein concentration of azole, which has been previously associated with intracranial hypertension.'0 Although in one patient the intracranial hypertension recurred after withdrawal of the co-trimoxazole, it is difficult to exclude co-trimoxazole as an aetiological factor in these two patients. In the remaining case, the intracranial hypertension was attributed to treatment with amphotericin. 6 Although the temporal link with the meningoradiculitis in our patients makes a chance occurrence of idiopathic intracranial hypertension and HIV infection unlikely, and they were not receiving any medication, the mechanism of the raised intracranial pressure is uncertain. Impaired absorptive function of the arachnoid villi secondary to the raised CSF protein concentrations was proposed as an explanation of the raised intracranial pressure in Guillain-Barre syndrome, but this hypothesis has since been questioned." The most parsimonious explanation is that the chronic meningitis itself caused impaired CSF absorption, and certainly the raised intracranial pressure did not recur when the CSF lymphocytosis had resolved despite persistent raised CSF protein.
In patient 1, the CSF lymphocytosis and raised intracranial pressure resolved with no treatment other than a lumbar puncture. Patient 2 followed an essentially similar course, and it remains uncertain whether this was influenced by the treatment given. 
